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Case Report
The emergency service found a 36-year-old man lying outside awake but nonresponsive on the ground. The symptoms had occurred more than 12 h earlier during a training run and the patient was hypothermic (35 ° C) but in stable cardiorespiratory condition. Neurological examination revealed a global aphasia and a high-grade hemiparesis of the right side. The patient was an ambitious sportsman of athletic physical constitution, had an unre- fig. 2 ). On follow-up ECG recordings 10 days and 13 months later, ER changes were limited to leads III and aVF, had decreased in amplitude and changed the morphological pattern from notching to slurring (heart rate on day 10: 50/min; online suppl. fig. 1 , www.karger.com/doi/10.1159/000323611).
Early

Discussion
ER, an elevation of the J-point with slurring or notching at the end of the QRS complex, was first described in 1936 [1] . For decades it has been considered a normal electrocardiographic variant without pathological impact [2, 3] . Epidemiology studies estimate its prevalence to be about 5%, with higher rates in males, people of black ethnicity and athletes [3] . It may be a transient finding with fluctuation of its morphological pattern and amplitude under various conditions [2] [3] [4] . It occurs more frequently in the context of physiological vagal activation with bradycardia [3] , i.e. during sleep or after meals. An association with pathological conditions of autonomic imbalance, including spinal cord injuries [5] and attention deficit/hyperactivity disorder [6] , is also reported. Recent investigations found an elevated risk of malignant ventricular arrhythmia [4] , and in a community-based study the risk of death from any cause was significantly increased in subjects with ER 1 0.2 mV in the inferior leads [7] .
Repolarization abnormalities on ECG are present in the majority of unselected patients with cerebral injury [8] . While many changes are caused by preexisting cardiac comorbidities, cerebral lesions at characteristic sites have been described to predispose to cardiac complications [9, 10] . Affection of the left insular cortex, as reported in the present case, was shown to perturb cardiac autonomic tone in humans [10] . Therefore it is feasible that autonomic imbalance after stroke contributed to the ER changes and their diminishment with time. More systemic research is needed to evaluate whether a linkage connects early repolarization with autonomic disturbance after cerebral injury. Our observation may help to initiate such research. 
